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Abstract: Objective To investigate the expression of Livin mRNA and Smac protein in breast cancer
and their correlations with metastasis and recurrence. Methods The expression of Livin mRNA was
investigated by reverse transcriptase polymerase chain reaction(RT-PCR) in 50 breast carcinomas and
paired adjacent breast tissues. The expression of Smac protein in the same cases was detected by im-
munohistochemestry (IHC). Results Livin mRNA was over expressed in breast cancers compared
with paired adjacent breast tissues and Smac protein was significantly lower that compared with that
expressed in paired adjacent breast tissues. The expressions of Livin mRNA was significantly correla-
ted with the TNM stage, axillary lymph node metastasis, the recurrence of tumor and the express of
C-erbB-2. The protein expression of Smac was significantly correlated with histological grade, the
TNM stage, axillary lymph node metastasis, the recurrence of tumor and the express of C-erbB-2.
There was a significantly negative relationship of Livin with Smac. Conclusions The inactivation of
Smac protein and overexpression of Livin mRNA might enhance the tumor cell proliferation and malig-
nance,and might play an important role in the occurrence and development of human breast cancer.
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Figure 1 The electrophoregram of Livin mRNA
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Table 1 The expression of Livin mRNA and Smac protein in breast carcinomas and paired adjacent breast tissues

N Livin mRNA ) Smac protein N
Groups n X P X P
+ - + -
Breast carcinoma 50 32 18 30 20)
Adjacent breast tissues 50 12 38 16. 234 0. 000 42 8 7.143 0. 008

% 2 Livin mRNA #0 Smac EARIZ S5 IR E KRB ESFTERNX R

Table 2 The relations of Livin mRNA and Smac protein expression with clinicopathologic feature of breast cancer

o . Livin mRNA Smac protein
Clinicopathologic feature n n - e P n - X P
Status of menses
Premenopausal 22 13 9 12 10
Postmenopausal 28 19 9 0. 411 0.522 18 10 0. 487 0. 485
TNM stages
I ~1 30 15 15 22
I 20 17 3 6. 380 0.012 8 12 5. 556 0. 018
Histological grade
I ~1 23 12 1 18 5
I 27 20 7 2.585 0. 108 12 15 5.918 0. 015
Tumor size
<2cm 17 9 8 13 4
>2cm 33 23 10 1. 367 0. 242 17 16 2.912 0. 088
Axillary lymph node metastasis
Positive 26 21 5 11 15
Negative 24 11 13 6. 611 0.010 19 5 7. 065 0. 008
Recurrence of tumor
Recurrence 19 16 7 12
None recurrence 31 16 15 5.433 0. 020 23 8 6. 848 0. 009
ER
Postitve 32 22 10 20 12
Negative 18 10 8 0. 871 0. 351 10 8 0.232 0. 630
PR
Positive 30 18 12 16 14
Negative 20 14 6 0. 521 0. 471 15 5 2.391 0.122
C-erbB-2
Positive 21 17 4 9 12
Negative 29 15 14 4.516 0. 034 21 8 4. 434 0. 035
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Table 2 The relations of Livin mRNA and Smac

protein expression in breast carcinomas

Smac protein

Livin mRNA - — &1t
Negative Positive
Negative 3 15 18
Positive 17 15 32
Total 20 30 50
Note:y= —0.357; P=0. 011
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